Primary amyloidosis and multiple myeloma both involve clonal plasma cell proliferation. Distinctive haematological and biochemical laboratory findings may assist in early diagnosis. The following case illustrates some of the laboratory findings that differentiate primary amyloidosis from multiple myeloma.
CASE HISTORY
A woman aged 60 complained of a painful shoulder and arm, and was referred to a rheumatologist who diagnosed subacromial bursitis. Biochemical and haematological investigations at this time showed no abnormalities. Rheumatoid factor was negative. Her bone scan showed reduced density and bisphosphonate therapy was initiated.
She returned three months later with bilateral carpal tunnel syndrome; after undergoing a release operation on her right side, she was referred to the rheumatologist at a tertiary centre for a second opinion. Clinical examination was unremarkable, except for evidence of mild peripheral oedema, thoracic kyphosis and left median nerve compression. Initial investigations revealed an erythrocyte sedimentation rate (ESR) marginally raised at 25 mm/h, haemoglobin 11 g/dL, platelets 293 x 109/L, panhypogam-
, plasma lactate dehydrogenase 616 U/L (230-460), urea 6.8 mmol/L (3.0-6.5), creatinine 78 umol/L (60-120), C reactive protein normal, serum /2 microglobulin 6.3mg/L (1.3-2.4), and corrected calcium 2.4mmol/L (2.1-2.6). Serum electrophoresis revealed a paraprotein in the # region (concentration 10g/L) fixed as IgG kappa, and there was heavy Bence Jones proteinuria which fixed for both kappa and lambda light chains. The last was regarded as a technical error and a repeat urine sample was requested but not provided. She also had multiple rib fractures, a crush fracture of T1 2 and lytic deposits in T4. Her bone marrow aspirate showed 38% plasma cells, which by immune phenotype analysis were IgG kappa positive. Multiple myeloma was diagnosed and she was treated with melphalan, prednisolone, and allopurinol and with local radiotherapy for her vertebral lesions.
Within 2 weeks she was readmitted with acute renal failure (urea 27.8 mmol/L, creatinine 658 ,umol/L, corrected calcium 1.8 mmol/L). She had multiple deposits around her eyes, with the appearance of bruises but shown to be amyloid by biopsy. Renal ultrasound showed no abnormality and rhabdomyolysis was excluded. The renal failure was thought to result from a combination of dehydration, Bence Jones proteinuria and amyloid infiltration of the kidneys. Regular tachycardia developed (150/ min) with the small complexes characteristic of cardiac amyloidosis. Digoxin was contraindicated since this drug binds to amyloid and can cause arrhythmias and sudden death1. As long-term prognosis was very poor, she received supportive care only. COMMENT This case illustrates the multisystem involvement of primary amyloidosis and the sudden deterioration that can occur. Might the diagnosis have been made earlier? Although the presentation was atypical several features, with the benefit of hindsight, pointed to the possibility of primary amyloidosis in association with the multiple myeloma. (The extensive multisystem involvement and the progressive deterioration rule out the possibility of amyloidosis secondary to multiple myeloma). Bilateral carpal tunnel syndrome in the absence of rheumatoid factor, together with the panhypogammaglobulinaemia, was a pointer to the diagnosis and a search for paraprotein and Bence Jones protein could have been initiated at this time; whether earlier chemotherapy would have lengthened the patient's life is uncertain.
